THE work here was designed on the basis of a previous experiment (Flaks, 1965) , in which it was shown that Strong A mice are highly susceptible to the induction of adenoma of the lung, following the administration of 30 pg. of 9:,10-dimethyl-l.2-benzanthracene (DMBA) to young animals.
The method for testing substances for carcinogenicity by subcutaneous injection into new-born mice, has been reported by Pietra, Spencer and Shubik (1959) . Pietra, Rappaport and Shubik (1961) , Stich (1960) and Roe, Rowson and Salaman (1961) using DMBA. Kelly and O'Gara (1961) and O'Gara, Kelly and AManitel (1962) reported favourable results with 1,2: 5,6-dibenzanthracene and 20-methl\lcholanthrene. Roe, Mitchley and Walters (1963) (Bentley and Burgan, 1961 The experiment was terminated after twelve months and all animals were examined macroscopically and subsequently histologically.
RESULTS
Mortality was high during the first days after injection, and all mice which died before the age of five weeks were replaced. After the initial losses the death rate was very low.
Up to the 11th month no mice which died showed any neoplastic lesions; therefore all animals which died up to this time are excluded from the final results.
No difference was found, in mean body weight, between test and control groups. There was no difference in the effect of test substances between males and females.
C57B1 mice showed no response to the test substances, therefore only the results for Strong A mice are considered (Tables I and II) .
No tumours were found at the site of injection or any other organ, except the lungs. The number of adenomata per lung was assessed by counting those visible at post-mortem. . 10 (20.4%) .
1-3 Solvent control:
0 days 60 mice-no neoplastic lesions. 7 days-60 mice-one mouse with one adenoma of the lung. 14 days-60 mice-no neoplastic lesions. Untreated control: 60 mice-two mice with mammary carcinoma.
DISCUSSION
As shown in Table I a high proportion of mice treated with whole cigarette tobacco smoke condensate developed lung adenomata. New-born mice showed the highest susceptibility, although one carcinoma of the lung did arise in the seven-days-old group.
In Table II , where the test substance was the neutral fraction of cigarette smoke condensate, the highest tumour incidence is also shown to be in new-born animals.
Comparing the results in Tables I and II , it would appear that the whole cigarette smoke condensate yields a higher percentage of lung adenomata than its neutral fraction which contains the hydrocarbons. This would confirm the report of Wynder and Hoffmann (1959) that the neutral fraction alone does not account for the carcinogenic activity of cigarette smoke condensate; some other carcinogenic compounds or tumour promoting agents may be present.
The cigarette tobacco smoke condensates tested here gave positive results, judging by the latent period, the number of animals bearing the tumours and the number of tumours per lung. In a previous paper (Flaks, 1965 ) DMBA has shown greater activity in all these respects, so it can be said that the carcinogenic activity of the condensates appears to be weak.
SUMMARY
In groups of sixty, Strong A and C57B1 mice, when new-born, seven and fourteen days old, were given one subcutaneous injection of 300 ,ug. of whole denicotinized or neutral fraction of cigarette tobacco smoke condensate in 15 ,ul.
of 3%0 aqueous gelatine solution. Solvent-control received 15 ,lt. of 3% aqueous gelatine solution and a further group received no treatment.
The experiment was terminated one year after injection. Animals were examined macroscopically and microscopically. C57B1 mice did not give any response to the test substances and therefore only results obtained from Strong A mice are discussed.
The response to both condensates, in terms of pulmonary tumour incidence, was weak but positive and the latent period was eleven months.
There was higher incidence of lung adenomata in groups treated with whole condensate than in those treated with its neutral fraction. It appears, therefore, that the carcinogenic activity of cigarette smoke condensate is not confined to its neutral fraction but there may be other carcinogens or tumour promoting agents in whole condensate.
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